Case report A 26 year old Saudi man living in Gizan was referred from the Riyadh Central Hospital for cardiac catheterisation. He had been complaining of dyspnoea and chest pain on exertion for the past six weeks. He was admitted after an episode of dizziness and chest pain at rest. The patient had had bronchial asthma from the age of five to the age of 16. He smoked 30 cigarettes a day. He had a rash eight years ago and a further two episodes of rash during the past two years. In November 1989 the jugular venous pulse was normal and the carotid upstrokes were normal. The chest was clear and blood pressure was 104/80 mm Hg. The pulse was 70 per minute and regular. The left ventricular impulse was normal and at auscultation a physiological split second heart sound was heard. P2 was normal. A pansystolic murmur (grade 1/4) was detected at the left sternal border. The liver was not palpable. There was no radiofemoral delay and all peripheral pulses were present with no bruits. There were no genital or mouth ulcers.
Loeffer's endocarditis and endomyocardial fibrosis were long regarded as separate entities. Now Loeffer's endocarditis and endomyocardial fibrosis are generally regarded as manifestations of the same disease. 1-3 The pathological findings in advanced disease are identical for both conditions."q We describe a patient who had features of both Loeffer's endocarditis and endomyocardial fibrosis.
This patient presented at a relatively early stage of the disease when the right ventricle only was affected. At the time the patient had sustained a small pulmonary emboli and the haemodynamic function was somewhat abnormal. Despite anticoagulation with warfarin there were further episodes of pulmonary embolism and pulmonary hypertension and severe right heart failure developed. The surgical and pathological findings are described.
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Echocardiographic studies showed obliteration of the right ventricular apex by a mass in the right ventricular cavity attached by a pedical ( fig IA) . The patient was treated with intravenous heparin and was transferred to our hospital for further cardiac investigations. The full blood count was normal with 2% of eosinophils. The renal and liver profiles were normal. Protein electrophorisis showed a slight diffuse increase in y globulins and the erythrocyte sedimentation was 11 mm/h. Protein C was 0-59 U/ml (normal between 0 64 and 1 13) and protein S was 0 37 U/ml (normal 0-51-091)-low and consistent with oral anticoagulation. Serological tests for schistosomiasis were negative. Antithrombin III was 90 mg/ml (normal = 80-120) and plasminogen 118 (normal = 80-120%). The partical thromboplastin time was 63 seconds while he was being given intravenous heparin. The chest x ray showed a heart of normal size and clear lung fields. The electrocardiogram showed sinus rhythm and incomplete right bundle branch block and non-specific ST-T changes. Holter monitoring showed periods of (fig 1 C) . The pulmonary angiogram showed occlusion of the pulmonary arteries supplying the left, mid and lower lobes (fig 2A) . A biopsy specimen of the right ventricle taken in November 1989 showed a thrombus containing degranulated eosinophils with minimal myocardial fibrosis. At this stage the diagnosis was early stage endomyocardial fibrosis with pulmonary emboli. Because the symptoms were mild and cardiac haemodynamics function virtually normal we decided to continue anticoagulation treatment with warfarin. Bechet's disease was excluded and the cardiac biopsy specimen, though not pathognomonic, indicated endomyocardial fibrosis. The patient was followed up in the outpatient clinic and warfarin anticoagulation was regularly monitored (prothrombin time ratio of 2:1).
In January 1990 the patient was reviewed in the outpatient clinic and was still doing well and the echocardiographic study showed evidence of a right ventricular mass (figs 1 and 2). From then onwards there was a gradual clinical deterioration and in March 1990 the patient was unwell. During the past month he deteriorated considerably and was now in New York Heart Association Class IV with shortness of breath on minimal exertion and orthopnoea. When the patient was admitted the jugular venous pulse was raised to the angle of the jaw. The heart rate was 85 beats/min and regular. There was a pansystolic murmur grade 3/4 at the sternal border and a striking gallop rhythm. The liver was palpable 4 2B) .
In view of the patient's severe symptoms and rapid haemodynamic deterioration, which were caused by further pulmonary emboli, we decided to attempt to excise the right ventricular mass and perform a pulmonary embolectomy. At operation the posterior and septal leflets ofthe tricuspid valve were tethered by the fibrous tissue that was a continuation of the papillary muscle. The apical and septal mass was seen in the right ventricle. The mass was whitish and fibrous strands penetrated into the myocardium, which was ulcerated and covered in thrombus. The mass extended to the outflow tract of the right ventricle. The left pulmonary artery was occluded with a recent thrombus, superimposed on old fibrous whitish material that was completely attached to the endothelium of the pulmonary artery. There was no cleavage plane.
The right ventricular mass was excised and the tricuspid valve was replaced by a Hancock 33 bioprosthesis. Embolectomy was impossible because the whitish material of the pulmonary artery was attached to the endothelium. Left pneumectomy was performed because there was considerable bleeding in the endotracheal tube during weaning of bypass. The patient was transferred to the intensive care unit in a reasonable condition. After being extubated on the third postoperative day respiratory acidosis developed and the patient required reintubation. The course in our patient suggests that earlier excision of the right ventricular mass might have prevented further pulmonary emboli. Medical treatment with anticoagulation did not prevent the progression of the disease to fatal pulmonary embolism. The initial angiogram was misleading because it did not show the classic ventricular apex cut off of endomyocardial fibrosis. When we reviewed the angiogram we found some filling defects that others have described as early evidence of endomyocardial fibrosis." Nevertheless, the echocardiographic appearance at the time showed a large apical mass extending to the middle of the right ventricle cavity. Colour Doppler examination showed some blood flow to the right ventricular apex in between the mass and this accounted for the angiographic appearance. The nuclear magnetic resonance examination accorded with echocardiographic findings.
We conclude that early surgical intervention may be indicated in the early stages of endomyocardial fibrosis/Loeffer's disease with right-sided involvement to prevent pulmonary emboli and the development of pulmonary hypertension.
